the anterior abdominal wall, on the basis of macroscopic appearance3. However, the condition is now regarded as benign and resection should be conservative; complete excision does not seem to be necessary. In one case where the lesion recurred, a second endoscopic resection was sufficient4. A search for metastases is always negative. The value of antibiotics has not yet been defined, but they may aid resolution especially if the primary insult is infective.
Intravascular haemolysis after aluminium phosphide ingestion A K Sood MD FlCP A Mahajan MD A Dua MD
Aluminium phosphide, a cheap, easy to use, and highly effective solid fumigant pesticide, is the commonest chemical agent used for self poisoning in the state of Haryana, India, accounting for 75-80% of total poisoning deaths1. The toxic effect is due to liberation of phosphine gas on contact with water. After inhalation or absorption via the gastrointestinal tract, organ damage is widespread, but its exact pathogenesis is not clear. The damage is hypoxic in nature and is due to binding of cytochrome oxidase at the cellular level. Symptoms and signs relating to gastrointestinal, respiratory, cardiovascular, hepatobiliary, renal and central nervous system disorders have been reported2. The high mortality is due to rapid onset of shock, metabolic acidosis, cardiac arrhythmias and adult respiratory distress syndrome.The lethal dose of phosphine is 150-500mg for a 70kg person and management is conservative since there is no specific antidote.
We report here a case in which the toxic effects were complicated by intravascular haemolysis probably due to glucose-6-phosphate dehydrogenase (G-6-PD) deficiency3.
CASE HISTORY
A man aged 22 presented to the emergency ward nearly 4 h after suicidal ingestion of one tablet (1 g) of aluminium phosphide. He had vomited profusely, with sweating and abdominal pain. There had been no fever, loss of consciousness, convulsions or difficulty in breathing. He denied taking any other drug or intoxicant. Four years earlier he had experienced an acute haemolytic crisis after taking primaquine and hospital investigation had revealed G-6-PD deficiency. His younger brother was likewise G-6-PD deficient.
On admission he was fully conscious and coherent, but restless and in shock with unrecordable pulse and blood pressure. His breath smelt of garlic. Gastric lavage was immediately carried out, physiological saline was infuised and he was put on a dobutamine drip along with steroids. As he had severe metabolic acidosis (pH 6.83) he was also given intravenous sodium bicarbonate. He was passing adequate amounts of urine and plasma glucose and urea and blood picture were initially normal. Blood pressure rose to 110/70 mmHg over 8 h. After 24 h he started passing high coloured urine and became mildly jaundiced; there was no bleeding from any site. The patient was haemodynamically stable but still acidotic (pH 7.12). Haemoglobinuria was present and haemoglobin was also detected in serum; serum bilirubin was 55 mmol/L, mainly unconjugated; aminotransferases were normal; and peripheral blood film showed cell fragments and 'bite cells'. All these pointed to haemolysis. Two units of fresh blood were transfused. By evening his urine output was falling and intravenous frusemide was started. Metabolic acidosis persisted (pH 7.09). Next day the jaundice deepened, with total bilirubin 77 mmol/L (still mainly unconjugated). Ultrasound of the upper abdomen was normal and serum amylase was 120 U/L. By the end of 48 h the blood pressure was again falling and the blood urea had risen to 62 mmol/L. of haemodynamic instability, dialysis could not be carried out. The patient had a cardiorespiratory arrest and died after 60 h in hospital. DISCUSSION Various drugs have been implicated in causing acute haemolysis in G-6-PD deficiency3 but some authorities believe infection to be a more common precipitant4. Amongst the poisons, arsine gas produced during smelting and refining of metals and absorbed through the lungs, is known to cause haemolysis with anaemia, haemoglobinuria and haematuria5.
Our patient had denied exposure to any drug that is known to result in haemolysis, nor was any such drug given during his hospital stay. Might aluminium phosphide itself have caused the haemolysis? Theoretically it could have, being a redox substance. A search of the published work, however, revealed no report of acute haemolytic crisis in aluminium phosphide poisoning.
The patient also had severe metabolic acidosis. In G-6-PD deficient individuals, diabetic ketoacidosis can result in haemolysis6; hence, metabolic acidosis accompanying aluminium phosphide poisoning could have been responsible for the acute haemolytic episode. However, no evidence of acute haemolytic crisis had been earlier published elsewhere or reported from our institution amongst more than 1500 cases of acute aluminium phosphide poisoning associated with severe metabolic acidosis and shock.
In view of these facts, we judge that the underlying cause of haemolysis in our patient was G-6-PD deficiency. Therefore aluminium phosphide should be added to the ever-increasing list of chemical substances causing haemolysis in glucose-6-phosphate dehydrogenase deficiency. Soc Med 1997; 90:48-49 SECTION OF PAEDIATRICS, 27 FEBRUARY 1996 Systemic lupus erythematosus is an uncommon multisystem disease which generally presents with fever, arthralgia, skin involvement and malaise. We describe the case of a child in whom the first symptoms were abdominal.
A 15-year-old Indonesian girl attended a paediatric clinic with cervical lymphadenopathy, abdominal pain, malaise and anorexia. She looked well and her axillary temperature was 36.80C, but she had a red throat with palatal petechiae and the descending colon was palpable. Blood examination revealed leucopenia (total white cell count 3.0 x 109/L, normal range 4.0-7.0) and lymphopenia (lymphocyte count 0.46 x 109/L, normal range 1.0-4.5). There were atypical lymphocytes but throat swab, Monospot, and serology for Epstein-Barr, cytomegalovirus and toxoplasmosis were negative.
3 weeks later she was admitted with increasing abdominal pain and distension, vomiting and constipation. She was withdrawn and depressed to an extent that seemed out of proportion to her physical signs. On examination she did not look acutely unwell but she had lost 3 kg in weight over the 3 weeks. Investigations revealed erythrocyte sedimentation rate of 90mm/h, serum amylase 528 IU/L (normal range 70-300), persisting lymphopenia (0.25 x 109/L), and subsequently a falling haemoglobin (7.3 g/dL) and platelet count (70 x 109/L). Abdominal ultrasound showed fluid-filled loops of small bowel and Department of Paediatrics, Whittington Hospital, London N19 5NF, England
